Duchenne and Becker muscular dystrophy (DMD and BMD) are progressive, sex-linked, muscle wasting disorders resulting from mutations in the gene encoding the protein dystrophin. Mdx mouse skeletal muscle also lacks dystrophin and is therefore used as a model for DMD and BMD [ 11. The absence of dystrophin in the mdr mouse leads to muscle degeneration but the mice show no signs of muscle weakness and have a normal lifespan [2] . X-irradiation of mdr mouse muscle prevents regeneration and results in the mdr showing symptoms similar to the human disease [3] . This suggests that regenerative capacity is an important difference between the mdx and human diseases. Muscle regeneration requires division of the satellite (muscle precursor) cells which are quiescent in normal adult muscle. When muscle is damaged the satellite cells are stimulated to divide producing a population of myoblasts that differentiate, line-up and fuse to form myotubes which develop into mature muscle fibres. The proto-oncogenes c-fos and c-myc encode transcription factors that have been shown to be involved in regulation of cell proliferation [4] . We have investigated whether either of these genes is activated during proliferation and differentiation of cultured satellite cells from mdx and control mouse muscle.
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To prepare cultures of satellite cells, hindlimb muscles were dissected from 4-8 week old mdx and control mice and visible connective tissue removed. The muscles were washed with PBS to remove blood cells then fmely minced with scissors. The muscle tissue was digested with 0.15 % (w/v) Pronase in Ham F12 medium containing penicillin, streptomycin and 10% (v/v) foetal calf serum (FCS) for 2 hours at 37°C. Undigested material was pelleted by spinning at 90G for 3min and the pellet discarded. Cells were pelleted by centrifugation at 350G for 20min and the supernatant discarded. Cells were washed 3 times with looml DMEM, counted then plated out at a density of 12 x 10" on 6Omm gelatin coated plates in DMEM containing penicillin and streptomycin and 20% FCS.
Fig.1 Cultured myoblasts under light microscopy (left) and immunostained for desmh (right).
The proportion of myoblasts within the population of cultured cells was determined by immunofluorescence against the muscle specific protein desmin using a mouse monoclonal antibody (DER-11 from DAKO) and an FITC conjugated rabbit antimouse IgG. Routinely about 80 % of the cultured cells were desmin positive ie. myoblasts (Fig. 1) Cells were grown until confluent when the medium was replaced with DMEM containing 2% horse serum. Myotubes were observed within 48 hours of changing the medium. 1 2 3 4 5 6 7 8
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----s26 RNA was extracted [5] from proliferating myoblasts and from confluent cultures after 1,2,3,4,5 and 7 days with horse serum. lOpg RNA was separated by formaldehyde gel electrophoresis on 1 % agarose gels then transferred to nylon membranes by capillary blotting. Clfos, c-myc and S26mRNA, which is mRNA for a small ribosomal subunit protein, were detected by hybridisation with 32P labelled cDNA probes and autoradiography. The level of S26 mRNA is proportional to the amount of total RNA and so provides a control for even loading of the gel [6] . C-fis mRNA was detected in all myotube RNA samples but not myoblasts. C-myc mRNA was detected in both myoblasts and myotubes. No differences were observed between mdx and control.
